Hereditary neuropathy with liability to pressure palsies (HNPP) is an autosomal dominant disorder characterised by recurrent palsies or sensory disturbances after minor trauma to peripheral nerves. Pathological changes observed in peripheral nerves of patients with clinical and neurophysiological features of HNPP usually include sausage-like thickening of myelin sheaths, called tomacula. ' The majority of HNPP cases are characterised by a 1.5 Mb deletion in chromosome 17pl 1.2.2 After the introduction of DNA based tests for the diagnosis of HNPP, tomacula were described in the sural nerves from almost all biopsied patients with genetically defined We report a family with clinical, neurophysiological, and genetic characteristics typical of HNPP in which morphological study per 
Results

CASE REPORTS
The father, a 45 year old man, reported the acute onset, three months earlier, of weakness and paraesthesia in the right hand after sustained pressure. On admission, the neurological examination showed normal cranial nerve function. Motor deficit was present in the distribution of the right ulnar and median as well as the right peroneal nerves where muscle strength was reduced to 4/5. Deep tendon reflexes were present with the exception of the right achilles tendon, which was elicitable with reinforcement manoeuvres. Plantar responses were flexor. Pes cavus and hammer toes were present. Vibration sensation was reduced distally in the legs; the other sensory modalities were preserved. Routine blood screening was negative; anti-GM1 antibodies were absent.
The son, an 18 year old parachutist, reported acute onset of weakness in his left shoulder after parachuting. Neurological examination showed hyposthenia in his left supraspinatus, infraspinatus, and serratus anterior muscles where strength was reduced to 3/5. The remaining examination was normal, with the exception of pes cavus. The motor deficits recovered completely after several weeks. He denied a history of similar episodes in the past.
Neurophysiological study was performed in both patients. Motor roughly similar to that of CMT1A. Up to now, the prevalence of HNPP seems to be underestimated both because of misdiagnosis and paucity of symptoms. Molecular analysis, which is less invasive than nerve biopsy, represents an important and specific tool for diagnosis of HNPP and should be used first. The routine use of molecular analysis would permit an estimate of the prevalence of the deletion and the selection of non-deleted patients to be analysed for new mutations.
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